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It has taken many years to unravel the pathological implications of postprandial dyslipidaemia. Life-style and pharmacological interventions to reduce risk of atherosclerosis have developed empirically, without clear understanding of the underlying mechanisms. Acceptance of the premise that chylomicrons play a key role in atherogenesis brings new understanding to the mechanisms underlying empirical risk-reduction strategies. Raised LDL cholesterol while definitely associated with increased risk, is not present in many patients with established atherosclerosis. A large body of research points to a clear association of atherosclerosis with postprandial dyslipidaemia, not only for coronary disease but also for carotid lesions. Bayesian considerations imply that the majority of the community atherosclerosis burden is attributable to disordered chylomicron metabolism. Risk reduction by life-style interventions such as consumption of low fat meals, Mediterranean diets, low cholesterol intake, weight reduction and exercise can all be explained rationally in terms of the impact of these interventions on chylomicron metabolism. Diabetes is strongly associated with postprandial dyslipidaemia. Needed are long-term controlled trials of life-style interventions and management of dyslipidaemia, with endpoints of progression or regression of atherosclerosis. The paradigm that postprandial dyslipidaemia underlies much of the atherosclerosis burden should become a focus of drug development. Agents that reduce absorption of triglycerides and cholesterol will generally be beneficial. Probucol markedly affects chylomicron metabolism. The mechanism for optimization by Probucol is unclear but appears to be unrelated to effects on oxidation. Adrenergic agonists and thyromimetics are also likely to be beneficial. Statins and fish oils appear beneficial but data are limited. Long-term intervention studies are needed with appropriate attention to improvement in postprandial dyslipidaemia.